ation the jugular venous pressure was normal and the ascites, peripheral oedema, and diastolic knock had disappeared.
Discussion
The syndrome of constrictive pericarditis is caused by adhesions and fibrous contracture of the pericardial sac that surrounds the heart. This impairs normal diastolic ventricular filling, causing a fall in stroke volume and elevation of systemic and pulmonary venous pressures. Fatigue, dyspnoea, and signs of congestive cardiac failure result. Acute pericarditis is common after myocardial infarction.3 The reaction is usually localised over the area of infarction but may be diffuse in up to 20% of patients and associated with a serosanguinous effusion. ' 4 Occasionally the pericardial space can be obliterated by a diffuse fibrinous exudate. Chronic constrictive pericarditis as a late complication of myocardial infarction is, however, rare having been reported on only three previous occasions.S 7 All had evidence of pericardial involvement early in the course of the myocardial infarction and after prophylatic anticoagulant treatment had developed frank haemopericardium presenting as constrictive pericarditis six to twelve months later. Our patient never had clinical, radiological, or haemodynamic evidence of haemorrhage into the pericardial space and no symptoms or signs of post-myocardial infarction syndrome.8 Although it is possible that subclinical haemopericardium or Dressler's syndrome was aetiologically important, it is more likely that severe fibrinous pericarditis after extensive myocardial infarction was the major initial abnormality. This accords with the development of a loud and persistent pericardial friction rub for eight days without any rise in central venous pressure. The fibrinous pericarditis progressed to chronic pericardial fibrosis and mechanical constriction over the next two years. 
